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摘  要
         
         
细胞连接是存在于多细胞生物的生物组织中的细胞与细胞之间的一种生物结构。细
胞连接是由多种蛋白复合物组成，它们构成了细胞间或邻近细胞间和细胞外基质的
联系。它们组成了上皮细胞间的细胞屏障，控制细胞间的物质转运。细胞连接尤其
存在于上皮细胞组织中。细胞连接，对通过通讯连接相关蛋白进行相邻细胞之间的
信息交流尤其重要。 细胞连接对于减少细胞所受到的外界应力，维持细胞正常形
态也有着重要作用。
上皮细胞通过紧密连接，粘附连接和间隙连接，这些细胞连接而呈现相互之间紧密
接触的状态。在上皮细胞向间充质细胞转化过程中，细胞与细胞间的连接会逐步解
离。随着紧密连接和粘附连接结构的解离，上皮细胞的形态和表型都发生一定的变
化，细胞失去紧密的生长状态，呈现稀疏，松散的生长情况，细胞呈现梭形形态。
之前，我们实验室研究发现，smurf1对紧密连接有调控作用，那么我们想知道
smurf1对粘附连接是否也有调控作用。
本文使用CRISPR/Cas9技术，特异性的敲除了小鼠乳腺上皮细胞NMUMG中p120的表达
，构建了p120稳定敲除细胞系。发现在敲除p120之后，NMUMG细胞就失去了紧密接
触的生长状态，而呈现松散的生长状态，细胞形态也发生了变化。之后通过回补野
生型的p120，发现NMUMG能恢复到正常的细胞生长状态。这就证明了，p120对于
NMUMG维持正常的细胞形态至关重要。通过免疫荧光实验，可以看出在p120敲除之
后，E-cadherin从细胞膜上解离下来，而E-cadherin是粘附连接的标志性蛋白，代
表着NMUMG细胞间的粘附连接的消失，也就说明p120能够稳定E-cadherin，促进上
皮细胞间粘附连接的形成。而对于p120是如何稳定E-cadherin来调控粘附连接的
，有待进一步的研究。
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Abstract
         
         
Cell junctions (or intercellular bridge) are structures that exist within the tissue of
some multicellular organisms. Cell junctions consist of multiprotein complexes
that provide contact between neighboring cells or between a cell and the
extracellular matrix. They also build up the paracellular barrier of epithelia and
control the paracellular transport. Cell junctions are especially abundant in
epithelial tissues.Cell junctions are especially important in enabling
communication between neighboring cells via specialized proteins called
communicating junctions. Cell junctions are also important in reducing stress
placed upon cells.
Epithelial cells are in close contact with each other by tight junctions, adherens
junctions and gap junctions that connect these cells. In the epithelial cell to
mesenchymal cell transformation process, the cell and cell connection will
gradually dissociate. With the close connection and the dissociation of the
attachment structure of the dissociation, epithelial cell morphology and phenotype
have changed, the cells lost close growth status, showing sparse, loose growth,
cells showed spindle shape. There are more studies on tight junctions, and
relatively few for adherent connections.
In this paper, the protein of p120 in NMUMG of mouse mammary epithelial cells
was knocked out specifically by using CRISPR / Cas9 technique, and p120 stable
knockout cell line was constructed. It was found that NMUMG cells lost close
growth after knockout of p120, and showed a loose growth state, and the cell
morphology changed. And then by replenishing the wild type p120, NMUMG was
found to be able to return to normal cell growth. This proves that p120 is essential
for NMUMG to maintain normal cell morphology. Through immunofluorescence
experiments, it can be seen that E-cadherin is dissociated from the cell
membrane after p120 knockout, and E-cadherin is a symbolic protein attached to
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adhesion, which means that the disappearance of adhesion between NMUMG
cells Indicating that p120 can stabilize E-cadherin, promote the formation of
adhesion between epithelial cells. And for p120 is how to stabilize E-cadherin to
control the adhesion of the connection, pending further study.
         
Keywords: Adherens junctionsCRISPR/Cas9p120
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